Alterations in the level of the blood lipoids in toxaemias of pregnancy have attracted little attention. Most investigations have been limited to the estimation of blood cholesterol. Even in this direction the results and their interpretations tend to lack uniformity and it becomes impossible to assess the importance of variations in plasma lipoids in relation to toxaemias of pregnancy. Boyd (1935), however, has suggested that an increase of phospholipoids might be responsible for the oedema in toxaemia, due to their hydrophilic properties.
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Lindemann (1913) found that all blood lipoids were increased in pregnancy toxaemias, but in the (5 cases reported by Slemons and Stander (1923) no significant change was observed. Hellmuth (1920) reported 4 cases with similar findings. Boyd (1935) It was felt that a study of plasma phospholipoids might prove of interest and the results presented here are based 011 the estimation of lipoid phosphorus in 100 pre-eclamptic and 18 eclamptic patients. In the group of pre-eclampsias no case was included which did not present all three cardinal signs, viz., hypertension, albuminuria and oedema. Cases with sub-normal urea clearance were excluded from the series. Since Boyd (1935) has shown that whole blood is unsatisfactory, all analyses were done on heparinized plasma, separated within 5 minutes of collection of the sample. The blood was collected at the same hour of the day and between 4 and 5 hours after the last meal was consumed. In eclamptics, unless otherwise stated, the blood samples were collected 2 to 3 hours after the preceding convulsion. For the estimation of lipoid phosphorus, the method of Harnes (1928) as described by Peters and Van Slyke (1932) was employed. Each The average normal lipoid phosphorus content of the human plasma is given by Peters and Mann (1943) as 9.21.^41 mg. per cent, but the values of oxalated. plasma are slightly higher than those of heparinised blood because of the shrinkage of corpuscles in the former (Schmidt, 1935) . A rise in phospholipoids has been noted during pregnancy by Boyd (1934), Fahrig and Wacker (1932) , Oser and Karr (1925) , and Schwartz et al. (1940 (Boyd, 1935 ; Slemons & Stander, 1923 Gray (1930) , in poisoning by chloroform, carbon tetra-chloride and phosphorus. Phosphorylation is one of the functions of the liver, and Hahn and Hevesy (1938) showed that the liver synthesized phospholipoids from inorganic phosphate. It is likely that when toxaemia has persisted for a long time or when repeated convulsions ensue, the liver functions suffer considerably, and in view of the fact that when the lipoid phosphorus level is at its lowest the inorganic phosphate level is at its peak (personal observation), the fall in the plasma lipoid phosphorus at this stage might be due to deficient phosphorylation by the liver.
Attention was drawn by Boyd (19135) The cause of these changes is discussed and an explanation offered, which suggests that the alteration of the plasma lipoid phosphorus is due to a disorder in which altered fat metabolism, retention of inorganic phosphorus and the property of phosphorylation by the liver are involved.
